The spinal cords of rabbits were chronically infected by a slowly growing horse herpesvirus (a "cytomegalovirus") inoculated directly therein. Virus was recovered from the central nervous systems of some of such animals after more than 1 year. The virus could be reisolated from all the animals killed during the first few weeks after its injection; acute focal meningomyelitis was present with involvement of gray and white matter of the cervical, thoracic, and lumbar levels of the spinal cords of these rabbits, though the nerve cells themselves remained undamaged. Thereafter, reisolation of the virus became sporadic, and no damage to the spinal cord could be histologically discerned even in animals from which the virus was recovered. No paralytic or other clinical effects could be attributed to the infection.
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Many of the herpesviruses are known to be neurotropic and to produce chronic infection in their natural host or in accidental or experimental hosts. What role the central nervous system (CNS) might have in the persistence of herpesviruses in their hosts is still unclear. The Gasserian ganglion has sometimes been postulated as a site for the persistence of herpes simplex virus type 1. Surgical tampering with that ganglion or its nerve root often leads to eruption of herpes lesions on the face or mouth (1), although this could, of course, stem from an indirect effect of the surgery on certain sites of persistence in more superficial tissues. The activity of varicella virus in the posterior ganglia during zoster (e.g., reference 3) tempts the hypothesis that the virus has persisted in the ganglion concerned since childhood chickenpox.
If herpesviruses regularly do, or sometimes can, persist in the CNS or associated ganglia, the question arises as to what part they might play in chronic degenerative diseases of the CNS. A number of people have worked with herpes simplex virus in the rabbit CNS as a model for studying this problem (2, 6, 8) . The virus seems to persist, often subclinically, and can frequently be activated to cause encephalitis or paralysis, sometimes associated with experimental manipulation, such as anaphylactic shock. There is, as yet, no concrete knowledge about whether a herpesvirus is multiplying during quiescent periods or is in some nonreplicative cell-associated state.
Infection of the rabbit CNS by either herpes simplex virus type 1 (5) was inoculated directly into the lumbar spinal cords of 6-week-old New Zealand white rabbits. The inoculum per animal consisted of 1015-plaqueforming units of virus in 0.6 ml of culture fluid. The virus had been prepared in primary rabbit kidney cultures.
Virus isolations. The rabbits were killed at intervals and the brain and spinal cord were removed intact. Transverse slices of the lumbar cord were made, some of which were used for virus isolation, and some of which were fixed in 10% Formalin for histology. Other pieces of the CNS were often removed for virus isolation or for histology. The pieces of CNS intended for virus isolation were chopped into small fragments and 172 Histology. The blocks of tissue were embedded in paraffin, sectioned, and stained with either hematoxylin and eosin or, for myelin, by the Weigert method or the Luxol fast-blue reaction.
RESULTS
Inoculation of rabbits. Horse herpesvirus type 2 was injected directly into the lumbar spinal cords of 6-week-old rabbits. Paralysis ensued in some animals within 48 hr; this probably resulted from needle damage because it was also seen in a similar proportion of control rabbits inoculated with sterile tissue culture medium. Paralyzed rabbits were eliminated from the experiment. Rabbits were killed at intervals, and pieces of the CNS were used for virus isolation and for histology.
Reisolation of virus. Rabbits were killed from 6 to 600 days after inoculation of the virus directly into the lumbar spinal cord. As can be seen from Table 1 , virus was recovered from all of the 12 rabbits killed between 6 and 48 days after inoculation of the virus; thereafter, the isolations were less regular.
The proportion of tube cultures, inoculated with spinal-cord cells from a given rabbit, in which CPE developed due to the horse herpesvirus was 95% and greater during the first 18 days after virus inoculation; but, as (Fig. 4) . The (6) .
